(1.) A patient (male) who complained of gout and cough, but was certainly not epileptic, was from time to time, after a slight cough, affected by vertigo without loss of consciousness. During these attacks he fell down without a trace of convulsive movement, but very soon recovered and got up. These seizures were first noticed when the cough began.
(2.) Another patient, aged 55 (also a male), not an epileptic, was subject for more than a year to what he called "attacks." These were preceded by tickling in the region below the larynx, and a short, dry cough, which was followed by a sort of fit, during which the patient fell without loss of consciousness,2 while the face became turgid, and some convulsive movements occurred in the head and arm. The tongue was never bitten, and 1 Revue des Sciences Medicates, x. 135 ; Le Progres Medical, 1879, xvii. 2 It is right to state here that the account of this case given in the Revue de MSdecine differs in an important point from that contained in the Progres Medical, where it is stated that the patient lost consciousness. the attack, which was always short, was scarcely over before the patient got up without hebetude or confusion of intellect. These attacks were frequent (fifteen or sixteen a day); and when the fits of coughing were not followed by such severe paroxysms as above described, the patient only experienced an indescribable feeling of giddiness, without falling. He suffered from granular pharyngitis, bronchitis, and emphysema. The application of nitrate of silver to the mucous membrane of the pharynx, the external use of vesicants over the larynx, and the internal administration of bromide of potassium, effected a cure, in these cases, within a few weeks.
(3.) A medical man, about 40 years of age, after an attack of acute rheumatism, began to suffer from asthma and bronchitis. The paroxysms of the former were often followed by the expectoration of bronchial casts. During the year 1877 he became subject to attacks quite distinct from asthmatic paroxysms. These were preceded by burning and tickling referred to the region below the larynx, followed by a fit of coughing. The After this the patient wished to get on the bridge, but on attempting to ascend he was again overtaken by cough and giddiness, which obliged him to sit down. He thought that he did not lose consciousness on the second occasion; during the re-# mainder of the day there occurred fits of coughing, which were only followed by slight mental confusion (Stourdissement), which the patient compares to the sensation experienced after receiving a blow on the head. He is, however, perfectly conscious of the fact that the starting-point of the attacks is the larynx, and instinctively puts his hand to his throat on each occasion of their recurrence.
" On questioning him closely," Krishaber goes on to say, " I learnt that both in slight and severe attacks, followed or not by loss of consciousness, two phenomena commanded attention: the first premonitory symptom was cough, slight and not accompanied by much sound, but frequent, like the last of a paroxysm of whooping-cough, while the second was arrest of all the muscles of respiration. It is evident from the description I have been able to obtain that the suspension of respiration is due not only to spasm of the muscles of the glottis, but to arrested action of the diaphragm and other muscles of respiration."
That if the glottis be closed the muscles of respiration will be greatly hampered in their action is evident; but from a mere history given by a patient it seems to me quite impossible to arrive at the conclusion that their action is arrested. In Krishaber's giddiness, the irritation being conveyed by the superior laryngeal nerve. The latter is, I need hardly say, the sensory nerve of the larynx, and it is well known that its stimulation produces spasm of the glottis. My patient presented a well-marked tendency to spasm, not only in the region of the larynx, but throughout his whole muscular system. Thus he had exaggerated tendon reflex, ankle clonus, spasmodic action of the palate muscles, and occasionally suffered from spasmodic stricture of the gullet.
Let us now turn to a consideration of the actual chain of events which leads to the paroxysms. In every case so far reported the fit was preceded by a short cough, or, in other words, by a series of spasmodic inspirations, followed by spasmodic expiration, with partially closed glottis. Now, there can be little doubt that the complete spasm of the glottis will replace the act of coughing, and that it therefore occurs just after a full inspiration. To the physical conditions thus produced within the thoracic cavity I believe the attacks to be due.
The question next arises as to how these physical conditions can produce dizziness or loss of consciousness. If a healthy person takes a deep inspiration, and then attempts to perform the act of expiration with the glottis closed, it is evident that the thoracic organs are artificially and voluntarily placed under the same conditions which pertain at the beginning of an attack of so-called laryngeal vertigo. The effect upon the circulation produced by this experiment is very striking, as may be observed by placing the finger on the pulse, which becomes immediately slower and feebler than before. The effect upon the pulse is, however, still better shown by sphygmographic tracings, which, with the kind assistance of Dr Mackay and Mr Aldridge, I have been able to obtain. It will be seen that the result of the experiment is almost complete obliteration of the pulse-tracing; and it is a very interesting fact that the gentleman experimented upon actually experienced a momentary threatening of syncope just after one of the tracings was taken.
I have very little doubt that, in the paroxysms which characterize the disease under consideration, a closure of the glottis occurs immediately after full inspiration; this is immediately followed by an attempted expiration, and as a result the patient either faints or gets dizzy. Immediately syncope is produced, or, in some cases, just before this stage is reached the spasm relaxes and the attack is over.
To explain exactly how this tendency to syncope is brought about by the physical conditions above considered is a somewhat difficult problem. The increased atmospheric pressure on the walls of the alveoli will in all probability prevent, or tend to prevent, the free passage of blood through the lungs, and therefore lessens the quantity of blood in the left side of the heart. Again, the pressure on the large intra-thoracic veins must hinder the return of venous blood, and thus we can understand that the face will be pale or turgid according as the spasm of the glottis lasts for a longer on the pulmonary tissue, but also on the heart and large vessels. Now, as the blood contained in the veins only returns to the empty and flaccid heart by virtue of the pressure under which it is placed, it follows that if counter pressure be exercised on the heart and venae cavae, as is the case during compression of the intra-thoracic air, the force of the flow must be diminished. If the pressure on the heart be sufficient to balance that of the blood in the veins of the neck and abdomen, or if it exceed it, no more blood can enter the heart or the thoracic veins. The small quantity of blood contained in the thorax, in the venae cavae, the heart, or the pulmonary vessels is driven into the aorta by the next contraction, after which no blood can flow from the heart into the aorta. If severe pressure be exercised, the pulse, because the supply of blood to the heart through the venae cavae is cut off, immediately becomes small, but continues until the blood contained in the thorax has emptied itself through the left side of the heart into the aorta. Then, usually after three or five beats, the pulse intermits altogether, because no blood reaches the aorta from the empty heart, and only returns after compression of the thorax has'
ceased."- 
